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Inc,), which is capable of delivering HFBP as well as ARP in the right 
atrium. The act=ve can device was pectorally implanted and connected with 
two trensvenous electrodes located in the right ventricle end in the right 
atrium. At predlscharge and during follow-up, 79 AFIb end 63 atypical AF 
episodes were induced. HFBP or ARP was applied in random order. The 
HFBP consisted of 50 Hz burets end was programmed to ~ duration of 3 
seconds with a maximum voltage at 10 V, The ARP consisted of 16 stimuli 
and was decremented by 10 msoc per stimuli, 
role (%) HFaP ARP p.vsl.s 
AFlb 2/~ 5 pt~ (133%) 0/11~ pt~ (0%) 
- Epmodea (n) ~/'/~ (~,~%) 0/7~1 (0%) 0001 
NyPl0~ll AF 4115pls (~fl,6%) 111~1 pt~ (0,6%) 
Cpnchmion~: In the manner programmed, HFBP has been shown 1o be 
more eftectlve for termination of induced AFIb and atyploal AF oplsodcs than 
ARP, However, the efficacy rata for termination of induced AFih m limited, 
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~ Su~lvo~ of Acute Infarction,' How M~ny Myoe~rdlsl 
Fulfill the MAOIT Crltlrl~ snd Am CsndldM~e for 
Pmphyle©tlo OMIbrtllMor Impllntstlon? 
Ol Andffi~en, G, BtoInt',eck ~,T Br0ggemann, C, Ehlera, G, Hoffmann ~ ,
~, Behmns, R, H~herP. D~pt of C~Ktlofogy, Ber~mm Frankhn Meal.s/ 
~fer ,  ~ Unlwrs~y of Berlln, Gemv4ny: ~ Kllnik~m GroBhadem, 
Unive~ily of M~n~h, Gem~ny 
The MultIcentor Automatto Dalibrillafer Implelntation Tnsl (MADIT) suggests 
prophylactic implantation of en automatic ardtoverter defibrillator (leD) in 
post MI pie, who have non.sustalned ventricular tachycardia (nsVT) during 
Holler monitoring (HM) and a lalt vontricular elation fraction (EF) ~35% and 
are not aupprosslbte durtng electrophysiologlc study (EPS) (MADIT coterie). 
It le assumed that a large number el such pts are candidates for prophylactlc 
led implantation, However, this cannot ba concluded from MADIT. We per. 
termini a prospective study In 1625 consecutive acute myocardial inlamtion 
pie. 1246 (943 males) were ~75 years of age, 381 pts could not undergo 
24-h HM ot because ol hospital d~alt, (103), ~ poor clinical condition (72), 
acute bypass surgery (62), discharge betoro inclusion (44), refusal (46) or 
other rtmsons (54), 865 pts had both HM and EF, nsVT was found in 98 
(113%), EF ~35% in 167 (19,3%) pts. Both, nsVT and EF ~35% wee de- 
fected in only 28 pts, EPS pedermed in 11/28 pts was abnormal in 5. 17 
pts could not undergo EPS because of unstable angina pectons (3), head 
failure (3), antlard~y~hmtc drag therapy (4), refusal (2) or other reasons (5). 
Our study protocol d~d not *nclude seriai drag testing. However, assuming 
nonsupprosslbillty in60% of nil inducible pts, 3 of our 5 inducible pts would 
have been non-supomsslbto Thus, only 3 of 1625 onsolected MI sun~ivom 
hdfttled the MADIT cntena, 
Conclusion: in an unsoloctnd group of MI survivors, only a mlnonty 
(0,18%~ fulfill the MADIT corona. Thus the MADIT results do not iustify a 
substantially higher ICD implantation rate. 
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F8-7"~-5"1 The Results of the Antlsrrhythmic Versus 
Implanteble Defibrillators (AVID) 1Ylal Can Be 
Applied to the General Ventrlculer 
TachycerdlaNentrlculsr Fibrillation Patient 
Population 
S.G. Kim, J,C. Love, Y. Rosenborg, J. Powell, M. Brodsky, R. Moore. The 
AVID Investlgalors. Montefiore Medical Center. Bronx. NY. USA 
In the AVID study, ICD therapy rendered significant survival benefits over 
medical therapy. Since not all patients (pts) eligible for the study were ran- 
domized, the results may nct be applicable to all pts if randomized pts had 
dtftemnt elinicat characteristics as compared with nonrendomized pts, To 
address this, 1016 randomized AVID pts were compared with 1471 non- 
randomized pts in the AVID registry who were eligible for randomizer!on 
with quatilying arrhythmias. The masons for nonrandomization wee patient 
refusal (45%), physician refusal (40%), concerns about the ability to main- 
tain follow-up (11%), and other (4%). Them were no significant differences 
between the randomized and nonmndomized pts in clinical charact(_ristics, 
ejection traction (31% vs. 32%), past history (congestive heart failure, atrial 
fibrillation, bradycardia, diabetes, smoking), previous cardiac procedures 
(coronary bypass or angloplasty, pacemaker, valve surgery, thrombolytic 
therapy), presenting arrhythmias (cardiac arrest, syncopal ventriculer tachy- 
cardia, hypotensive ventricular tachycardia) and the location of the index 
event (in or out-of-hospital), except hat randomized pts wee older (65 vs. 
63 yearn: p.  0.01), and had a higher prevalence of coronary disease (81% 
vs, 75%: p ,= 0,01) and previous myocardial infarction (67% vs. 58%: p -~ 
0,01), Thus, randomized AVID pts and nonmndomlzed AVID-eligible reg- 
istry pie have essentially similar clinical characteristics, past cardiac history 
and presenting arrhylhmlns. Therefore, the results ot the AVID real can be 
generalized for all pts with AVID.eliglbto affhythmtas. 
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~ Prolonged Poet-shock In Both end Responses Right 
Le# Ventricles Are Associated With 9u~fu l  
~fibrillMion 
O,H, Tovar, J,L, Jones, O~rg~fown Univ~m@ ,~r~ O(~arfm~nf o Wft~'dr~ 
A~tra Med/~l Center, Wash/ogles ~ C., USA 
A prolong~l post,shock response throughout he heawl has teen 
as A mechanism of defibrillation (DF), However, this roechanism has rrot 
bean diraQtly tested for monophesi~ (M) or btphes¢ (B) Shocks dunng DE 
This study compared the postshock response duretiot~ (RD) pmd~:e¢l by 
M and B shocks on the nght (RV) and tell vent~le (LV) dunng a t t~ 
oi DE Ventncular libnllatico (VF) was educed in 11 *~olated tablet beatts 
Aller 10 seconds VF, DF shocks w~ro delivered through 20l~.ard~l patch 
electrodes with either t~ m~ M (n = 66) or 1~ ms (6]6) B I n = 66) interleaved 
in roodom 0rdor. Shock intensities el 0,8, ! ,2, t ~6, 2.0, ~.4, 2,6, 32 and 365, 
were tested, VF and DF were recorded using two eplcardml MAP eh ,~s  
placed in low potential gradient regions o! the RV and k~ t. Paired analysUs 
showed that: a) B produced signdtoantly p ~ 0 04) more successful OF (n 
= 44, 67%) than M (n = 3P., 46%), b) mean ~ SEM of RV • LV RD was 
slgntllcantly longer for agcoesti|ul DF than lot laded DF: 174 ,4  vs. 136 t 
7 ms for M (p -~ 0,0Qt); and 167 zL 3 vs, I~4 ± 7 ms for B shocks (p , 
0,001), o) the dllferance in RV + LV RD between auccossful and laded DF 
was independent oi shock intensity (p = NS) and d) M and B ~ a 
similar RV + LV nD for SUCCessful DF at the intensities tested. 
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These results suggest hat successful DF occurs only when RD ts long in 
both RV and LV independent Of shock intensity and that B are morn eftmtem 
tn producing simultaneously ong RD in both RV and LV. 
Clinical Studies: Mediators Coronary Blood of  
Flow 
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~ - ~  The Flow Phenomenon: A Small Coronary Slow 
Vessel Disorder Which Presents as an Acute 
Coronary Syndrome 
J.F. Beltrame, S.B. Limaye. R.D. Wuttke, J.D. Horowdz. Cardiology Unit. 
North Western Adelaide Health Service, Woodville, Australia 
The Coronas/Slow Flow Phenomenon (CSFP) is an angiographic finding 
of TIMb2 flow in the absence of obstructive epicardtal corenacy disease. It 
is well recognised by angiographers but poorly understood. We examined 
the clinical and pathophysiological features of the CSFP by (1) companng 
the clinical presentation of 47 CSFP pts with 47 control pts who had angK~ 
graphically normal vessels and flow, and (2) undedaking repeat angiography 
and coronary sinus catheterization tn 12 CSFP pts, companng their restmg 
coronary hemodynamics with 5 control pts, and assessing their response 
to vasomutor stimuli (atrial pacing, cold presser stimulus, and intracoronan] 
acatylcholine), 
Results: CSFP pts clinically differed to controls, more often being current 
smokers (32 ,'s 9%; p < 0,0~) and presenting with acute-onset rest pain (85 
vs 58%; p < 0,01) resulting in CCU admission (69 vs 13%; p < 0.01). Repeat 
angiography in the CSFP pts showed a less retarded opacification time 
compared with the initial study but remained delayed compared with control 
pts. Furthermore, resting coronary sinus oxygen saturation was significantly 
lower in CSFP than control pts (23 ± 4 vs 31 :E 4%; p < 0.01) despite a similar 
myocardial oxygen demand. Maximat atrial pacing demonstrated a coronary 
vasodilator reserve of 1.84 ± 0.83 (normal = 2.0-2.5) although there was 
no evidence of lactate production. Responses to the other vasomotor stimuli 
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were hetemger~0us with abnomlal paradoxical ¢uspOnses ob~enmd ,n a 
quarter of the CSFP pts. 
C"or~/us~; Iqs w~th the CSFP typK~lly present w~th an acute coronary 
sy~romo prompt,,'~i CCU admiss~, 11~r restm9 ang~gra~¢ and coro- 
nary h(m~o~/n~m~ f ~  =~,,~-1 that they have an underlying tncrease~ 
~ l ~ f  t0tN,, ~ ~ by which this in(ffl~l~sed mK:foY~-'ular 
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~ Endoth~in, !~to~ AnL~DonlM BO-133 Provok~ 
Coronary Vlmdllalion and Blood Flow Incmmm in 
Humans 
Z~S~ Ky~akid~s, I~, ~ ,  O Tot~s(Alli~, A Anton~a(~s, OTh. Kmmas!m(~, 
DJ.W .~L  O~u~ ~ ~ Cent~, Athens. GR. t/K; ' Or~. Of 
B ~ :  E ndoU~s (El-S) ~ an ~ ~  uasoconslnclor 
We e = ~  the ~ ol ~ genera~ ET.t to me mare- 
tenance oi ~ (COR) vasc~ae tone m humans by adn',n~strat*on f a 
IETA re,~eptor ~ ~E~t~r 
MefftodS: We sfu~ze~1 4 su l~,  7 wff~ n~=,,-t~ ' COR ~ and 7 
w,m COR a~Y d .~.  BO-123, m 09% ealme, was refused m the left 
COR a~m/at a rate ol I f~mm. 100 nmol/mm f~r 60 mm A ~ fl~w 
guide~m was mse~ed m me I~,~=mtal left ara~e.o~ (L~D) a~ery 
to~ meastmemem ol the !~lood lv, w ~oc~ly At the 6(Y" n~n 200 pg of n,tro. 
g~/o~n (raG) were g~en ¢. COR a~mgrap~  were pa~om~d 
al ~ (BL). amme@alely at Ihe end of the BO.123 mfusaon a~d 2 n~n 
after NTG The ~ ol l~roxm,,a~ a~d ¢istal LAD artmy ~.T ,  ents =ras 
~ by comp~enzed c~a,~,~ ~ .  
~ :  (mean value ~ ~ em~) 
D~aJ tAD tram) I~o~ LAD tmmt CSF (mt~n| CVR (mmHg/,,wmm) 
I 50 ~ 00~ 290~012 58:7 257 t 049 
~Q~IZ3 t 67 ~ O07" 30~ t 0 t3" 72t8" 184z0~ 
NTG 1 85 ± 0(~" 332 ~ 0 16" 43:7" 381 ¢ 101 
• p - 00~ vs base.he: CIBF o0¢o~'~1~ ~ P, ow CVR: cor¢~a~ vascular 
Heart r~te and bk~od pressure (l~d rbo~ change a~ BO- 123 
~ "rhese 5ridings m(~uate that endogenous preducbon olETd 
cont.butes to the mamtena~-'e of COR artery to~e and decreases CBF m 
normal su~ and m COIl aztery dmease pat~mts. ~A ~e,:~T~;or antago- 
msm revemes these effects and may have tberapeu~c patent~als. 
9:00 
- -~- -~ Sex  Hormone and AtherssGevotic Risk Factor 
Profiles Axe Not Oetelnminants of  Coronary 
Micmvascular  Reserve in Women With Chest Pain: 
Pilot Phase Results From WISE 
SE  Rezs. N Reid~=k. R l-I~ubkov. KM Detre, S. Kelsey, J S. Lee. 
R.A. Kerensky. C.N. Bairey Merz, C J. Pepme. For 0~e WISE I~tors .  
U, ' t~r  Of F'~st:~. P~J~r~. P~L USA 
Background: Women ~th chest pain in me al~ence of coronary affteros~e- 
rosts (CAD) may have abnomnal m~revascular functmn wdh lOW coronary 
flow reserve (CFR). We assessed ~'~ethe~ sex hormones and nsk factors 
influc:.ce CFR in this populatmn. 
Methoo~: Women [n = 62] in the NIH Women's Ischemia Syndrome Evalu- 
ation 0NISE) w~th chest pain in the absence of CAD underwent assess.-'x,~nt of
coronary flow velo~ty response to intracoronary adenosine (18 mcg) to mea- 
sure CFR. CFR was correlated w~th sex hom~nes and nsk factors. These 
factors were also compared between those wdh alD~rmal (CFR ~22. n = 
28) and normal microvascular resewe (CFR _>22. n = 34) 
Results: Age correlated negatively with CFR (Spearman correlation - 0.30, 
P = 0.02). Traditional nsk factors, menopause, and levels of progesterone, 
estrone, estradiol and lipids were not determinants of CFR Women with 
abnormal microvascular reserve were older (57 v. 51 y, P = 02), hut had sim- 
ilar hormone and nsk profiles compared to those wzth normal mmrevascular 
reserve. 
Conclusion: Age is the only significant determinant of CFR in women with 
chest pain in the absence of CAD. MicrOvascular esarve abnormalities were 
not found to be related to menopausal status, hpias, and sex hormones. 
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87~]  Effe¢ll~ of L-Arlilnlne on Elmm, .rid Fiow.medlaled 
Nltrk: Oxide Production In AtheromMoul Com~ry 
Arta.4u 
O, Tou~Oulm. C, ~ n s ,  T, Cmko, (~, Kat~1~)lm. G. ~ ,  
IE Toutoozas, C ~  Un~. H a m ~  Ho~onal ~s~t~n, UK, Al~ena 
t~ , r~y  Me~tc~ Scho~, Greece 
Ba~gmun(/: Previous ~ in humans have shown that pa~ng~ndu~ed 
~ 1  coronary a~ery ddat,m is n~.c ~ eepa~r  The ~ 
thi~ dda~tk0n of admmi~ of L-~rg~ne (lt~ ~ut~trate fo~ ~ o=me 
syntha~iS) is i~nknown, 
Mefhod~: In 5 patmnts (4 m~l~, I female; mean ago 61 t 9 yrs) w~h 
coronary arl(~y ds~Nt~ (CAD) and statue angina, atm~l paong (AP} 140 
~ n .  waa pa~om~ed unno t~ mlra¢~m,nary mlu~n o! nomal ~ 
(NS) an~ dunng inkmmn of iS0 .tool/rain L~.'1~nine (t~), ~ an- 
grahams were ~ (tuneg ~ m/usmns. AE and afle~ i n t ~  
250 ~ mlf l~:ef lh  (GTN'}, 'The dmmetm ot 11 I~Ommai nd 12 Cbstal se0~ 
menfa was measum~ by ~.am~e ~ l ~ y  at I~me and afte~ NS, 
AP + NS. AP + ~ and GTN admm~trullon, 
Rasu~s.' The mean (± 5EM) dmmeters and % change tr0m basehne were: 
Pml~al eegmen~ DmaJ ~gmefn 
NS * AP 3;?.! z 0 14 (42 z 09%1' 1 63 "~ 009 (I]9 ± I §%)" 
• AP 326 • 0 18(61 t I 6%)" 1 70 z 00902 S ~ 3 t%l'" 
GTN 340 ~: 01S 1105 t 21%)" I 77 ± 0 10(1B 7 t 28%)" 
• =p < 0001 vaNS. " =p - 0.(~'n, N$ *AP 
~ :  The epcarcPal diseased coronary artenes (tiara m response 
to atnel pa~ng. The ~ of L-a~nme augments nrtnc 0ztde dependent 
dilat(~ induced oy sinai pacing and therefore this may he bonof~al rn 
patients w~ amemsclemm 
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m 
1876-51 Close R~-;o-Uon Between Endothellum-dependent 
~ DBatimt in Coronary and Bmchlal 
Artery in H .mm 
B. Takase, T. Akrma. A. Ueha~. S. Katzzshtka. K. Isopma, K Amkawa. 
K. Satomura. A. Kunta. H. N a ~  Self Defense Fome Cent ra /~1 
ano ~-~/C.=,~-.=~ Med/ca/Co//ege. ToATo and ~ .  Japan 
Altheugh t~e prevmus study mowed that e,-,,3o;helial ~ of coronary 
artery (CA) assessed by acetylchotme (~or  mediated stimulus) cone- 
rated ~ brachml artery (BA) vasornolzon dunng reactnm ttypemn~a (RH, 
non-receptor medmfed ~mulus), rl5 cowelabon was poor. We hy~e¢ l  
that more dose relatzon may be abtamed between endothelial fundmn of CA 
and BA rl we use tim same sla~ulus; increase m flow (FMD. f low~led  
~ ) .  ~ 15 paints (5 with s=g~fica~t cor~ry  artery diameter steons~s. 
_>70%. and 10 w~lout), we mfusad 30 ug of ~ n e  ~ (ATP) 
tl~ou~ 3 F infusmn caffm~ placed into the dislal segme~ of lhe CA m 
ordar to increase flow The pament diame~er change of proximal ~e of the 
CA was analyzed by quant~af~ne a n g ~  for n~asunng FMD. FMD m 
BA dorms RH was determined using high resofulmn ultrasound on ~ day 
before the cathele.zaflon. The ;f,¢~ease of CA flow by A'rP mfusmn and that 
of BA during RH were similar (CA vs B. a. flow. 3.88 • 120 ~ 3.62 ¢ 0.05 
braes trom baseline, mean ± SO). Them was a strong cormlaflon b,~;-,~m 
FMDs in CA and BA (r =078. 13 < 0.001). 
In Conch.r~(m The non-rm,asn~ as.~;ment of FMD in BA can be used 
as a surrogate for CA endothelial fund~:)n. 
9:45 
~ Otfferent Effect o f  Vitamin C on Impaired 
Endothelium Dependent Vaso¢lilMlon in Patients 
With Coronary Artery G isea~ and ChvOnlc Heart 
Failure 
K. lto. K. Kanaz~wa. S Yamada. M Terashlma. Y Matsuda. H Akita. 
M Yokoyama. Kobe Un~vers~*y School of Medr~ne, Kobe, Japan 
Background: Impaired endothe~um dependent vasodilatmn (EDV) =n perq3h. 
eral circulation has been reporled in both coronary artery disease (CAD) 
and chronic heart failure (CHF) However. the underlying ~n ism is not 
eluodated. 
Methods: To evaluate the pole of oxidative stress in the endothetia| dys- 
function, we examined the effect of antiox~lant wtamin C (VC: 1000 mg I.V.) 
on flow induced EDV in 8 patients w~n CAD (EF59 ± 2%) and 10 patients 
with CHF (EF40 + 3%) caused by idiopathic dilated cardiomyop;zthy We 
measured the brachlal artery diamc-ter and flow velootv at rest, % increase 
